No definite clinical diagnosis was made and she was admitted for diagnostic cardiac catheterization in October, 1969. During the isolation of an antecubital vein she suddenly became unconscious with a bradycardia of 40 beats per min. and an unrecordable blood pressure. Following brief external cardiac massage and intravenous administration of atropine 0.7mg., her heart rate and blood pressure returned to normal. This was interpreted as a vaso-vagal reaction and the procedure was continued. On introduction of the catheter into the right atrium it was persistently deviated to the left and would not pass down through the right atrium in normal fashion. Hand injection of 75% Hypaque into the right atrium outlined a large spherical filling defect, and this was confirmed by cineangiography ( Fig.2) . Pressure in the right atrium was 14/8mm.Hg with a mean of 12mm.Hg and the A wave was prominent. Pressure in the right ventricle was 20/0-5mm.Hg. Thus, there was a persistent gradient across the tricuspid valve during diastole. Arterial oxygen saturation was 92% and indicator dilution curves showed no evi-Jap. Heart J. May, 1971 Fig.2.
Angiogram following injection of contrast medium outlining an irregular spherical filling defect in the right atrium. dente of right to left shunting. Cardiac index was low at 1.75L./min./M.2 In retrospect, it was felt that her initial syncopal episode could have been due to transient obstruction of the tricuspid valve rather than a vaso-vagal reaction or significant cardiac arrhythmia. Operation was performed on 10-15-69 through a right antero-lateral thoracotomy and the right atrium was observed to be markedly distended by a solid tumor. orally. Sinus rhythm resumed within a few hours and frequent ventricular premature contractions were readily controlled with oral quinidine. On subsequent days, her cardiac rhythm became unstable and varied between sinus rhythm, sinus tachycardia, A-V nodal tachycardia with incomplete A-V dissociation, sinus bradycardia with A-V nodal escape rhythm, atrial premature beats, and left atrial rhythm with intermittent 2: 1 exit block (Fig.4 and 5) . Digitalis toxicity was considered as a cause and digoxin was stopped after a total dose of 2mg. in 72 hours.
On the 6th day after the myocardial infarction she again developed frequent ventricular premature contractions. She became confused following intravenous administration of Xylocaine 50mg. and no further Xylocaine was given. The ventricular premature contractions continued and were rapidly followed by the first episode of ventricular fibrillation. This was successfully defibrillated by the first D.C. shock of 300 watt sec. (Fig.6) , and she was then given procainamide 500mg. intravenously. Eighty min. later the 2nd episode of ventricular fibrillation spontaneously ceased after about 20 sec., and she was then given an intravenous infusion of procainamide at a rate of 2mg. per min. During the next 24 hours she had several transient episodes of ventricular tachycardia and 3 further episodes of ventricular fibrillation requiring D.C. countershock. The ventricular tachycardia and fibrillation recurred in spite of combined drug therapy which included intravenous administration of Dilantin and procainamide in addition to oral administration of quinidine and procainamide.
Consequently a transvenous pacemaker was inserted into the apex of the right ventricle and pacing was instituted at a rate of 110/min. No further ventricular arrhythmia was observed and oral procainamide 500mg. q.i.d. and quinidine 300mg. q.i.d. were continued. The pacing rate was reduced to 100 per min. (Fig.7) . After 8 days of pacing, her underlying rhythm changed to atrial flutter and pacing was continued for a total of 11 days. On stopping the pacemaker, the rhythm was atrial flutter with 2: 1 A-V conduction and digoxin was then given orally to control the ventricular rate. Cardioversion was successfully carried out on 12-1-69, 32 days after her myocardial infarction, with one D.C. shock of 50 watt sec. Following this she resumed a slow nodal rhythm which did not respond to intravenous injection of atropine. As she was otherwise progressing satisfactorily, she was discharged on 12-5-69 and when next seen on 12-11-69 she was in sinus rhythm. Further convalescence has been uneventful and her dosage of procainamide and quinidine are being slowly reduced. 
